from Logan and Turner (1952, 1953) (Cushny, 1926) (Findlay, 1931) . The majority run the course outlined above, and Wood (1952) (Bramwell, 1953 ; Jones, 1952 (Fig. 1) If the pressure is measured in a catheter wedged into a fine pulmonary arterial twig, the so-called pulmonary capillary pressure, it is always considerably lower than that in the pulmonary artery. There is a gradient therefore across the arteriolar barrier, and it is apparent that the pulmonary hypertension in mitral stenosis is only in part a reflection of obstruction at the mitral valve, and in larger measure an active hypertension from over-activity of the right ventricle and pulmonary arteriolar constriction. The pathological and radiological features of this arteriolar barrier are described respectively by Henry (1952) and by Goodwin et al. (1952) . Since the sole factor preventing the transudation of fluid from pulmonary capillaries to alveoli is the plasma protein osmotic pressure of about 35 mm. Hg. it is apparent that individuals with grossly elevated pulmonary capillary pressures live in a highly dangerous condition. The pulmonary arterial pressure may vary widely with little immediate danger, but let the pulmonary capillary pressure rise by a few mm. and pulmonary oedema ensues at once (Fig. 8) . In this lies the mechanism of the dangerous attacks referred to above. (Baker et al., 1952 ; Venner and Holling, 1953, etc.) In detail, there were 5 cases in whom a systolic murmur was thought to be evidence of a minor regurgitation, which at operation were found to have been pure mitral stenosis. For the rest, all errors were on the side of underestimating the degree of mitral incompetence ?at least as judged by palpation.
One notes, however, that all but one of the operated patients had severe or significant stenosis and that in very few has the post-operative follow-up failed to show significant improvement from the relief of stenosis. Such results are against gross mitral incompetence.
Again, analysis of the operative findings (Table I) (Harken et al., 1952) . Table II shows our results reviewed in the light of those anatomical considerations. (Fig. 12) The operative approach was through the bed of the sixth rib which was exposed by an antero-lateral submammary incision. The auricle was inspected for contractility and in its absence great care was taken in the initial handling to avoid dislodging clot. It was opened near its tip and allowed to bleed freely. A mitral clamp was then applied and the opening enlarged to admit the forefinger.
The anterior of the atrium was then carefully explored to determine the nature of the valve lesion. When this had been done as accurately as possible, the valvotomy was begun by engaging the orifice in the finger tip and thrusting the finger through as far as possible. As a rule one or both commissures split as the result of this manoeuvre. In this case further splitting was achieved by using the edge of the forefinger nail. Finally, the finger was again advanced into the ventricle and the chordae tendineae below the valve orifice separated in an attempt to minimise obstruction from this cause.
In patients who had had systemic emboli the auricle was excised flush with the atrium but in others only the tip was removed. Fine interrupted sutures of black silk were used to close the auricular incision.
After closure of the chest, water seal drainage was instituted and continued for forty-eight hours. The patient got out of bed as a rule about the eighth post-operative day and was discharged in about fourteen days.
What we found at operation and after may be discussed under the headings : the surgical pathology, the technical difficulties, the operative hazards and the results.
Surgical Pathology.?The pathological lesions of mitral disease found at operation seem to be restricted to three principal sites, the lungs, the auricle and the valve itself.
(1) The Lungs.?In a high proportion of cases there was evidence, at operation, of previous or intercurrent pulmonary disease (Table III) . For example, in one-third of the cases there were pleural adhesions, often extensive, sometimes obliterating the pleural cavity entirely and firmly binding the lung down to the pericardium. In nine cases (15 per cent.) there was recent creamy exudate on the surface of the lung which could be wiped off with gauze. I take it that this represented a resolving pleurisy and was an earlier stage of the previous lesion. Taking these two groups of cases together, almost half the cases, therefore, had evidence of old or recent pleurisy. The pulmonary lesion underlying the pleurisy was presumably infarction of the lung. In six cases (10 per cent.) a pleural effusion of some size was present and in three of these it was quite large?over a pint. An unusual pulmonary lesion met with was the presence of large sub-pleural blebs of fluid in the free edge of the lung. This might have been thought to have been evidence of pulmonary oedema but there was no pre-operative clinical evidence of this. shrunken and fibrosed and in thirteen of these there was thrombus within it.
Often the thrombus was well organised and white and required a good deal of sharp dissection before the actual cavity could be entered but not infrequently on the inner aspect of the organised thrombus, recent thrombus was present which was washed out when bleeding occurred. The auricular shrinkage may presumably be due to rheumatic carditis or to thrombosis. In nearly all cases fibrillation was present and so possibly contraction of an organising thrombus is principally concerned.
Calcification of the auricle was met with on two occasions, on one occasion extending down along the atrial wall and making the atrium into a rigid cavity.
(3) The Valve.?In describing the pathology of the valve, one is handicapped by the fact that reliance has to be placed upon tactile impressions perceived through a rubber glove. If the experiment is tried of handling a shilling with the bare and with a gloved hand, one is forcibly struck with the loss of fine discrimination in the latter. For example, it is difficult even to be sure that the edge of the coin is milled. This is of particular importance in assessing the volume and force of a regurgitant jet of blood in mitral incompetence and I feel sure that the inability of the surgeon's finger to feel one by no means implies that a leak may not be present.
However, even with the handicap of trying to form a visual impression from such imperfect tactile impulses it is quite evident that the normal filmy cusps of the mitral valve, restrained from inversion by the tenuous chordae tendineae, are distorted out of all recognition in the majority of cases (Fig. 13) (Fig. 14) .
Finally 
